phosphate, and alkaline phosphatase are shown in the table. Skeletal x-ray pictures showed the classic changes of rickets with widening of the epiphyseal growth plates and multiple stress fractures of the left foot. An iliac crest biopsy showed a growing epiphysis with endochondral ossification and spongy and cancellous bone but no changes suggestive of rickets, probably because such changes occur earlier in long bones than in the iliac crest. Hypophosphataemic, vitamin D-resistant rickets was diagnosed and treatment with vitamin D 5000 IU was begun.
Treatment with vitamin D and phosphate salts transiently raised his serum phosphate but never altered his alkaline phosphatase significantly ( insufficiency, the uterus was normal, though the infant died soon after birth. The postoperative course was complicated by cerebral thrombophlebitis with convulsive seizures and transient pyramidal signs. Laboratory investigations showed: blood urea 47-3 mmol/l (285 mg/100 ml); plasma creatinine 398 8,mol/l (9 5 mg/100 ml). There were obvious signs of intravascular haemolysis: red cell count 2460 x 109/l without schistocytes; haemoglobin 7-6 g/dl; reticulocytes count 130 x 109/l, serum bilirubin 49-6 ,umol/l (2-9 mg/100 ml), haptoglobin level 0-2 g/l. White cell count was 11-5 x 109/l, platelet count 60 x 109/l, coagulation factors were normal with plasma fibrin degradation products <8 mg/l. Tests for L.E. cells, Coombs test, and cryoglobulins were negative. Complement studies showed low levels of C3 and Clq. C3 splitting activity was present in the serum. An intravenous pyelogram and renal arteriograms showed normal size kidneys with poor vascularization of the cortical areas. Renal biopsy showed typical lesions of thrombotic microangiopathy,2 with thickening of the capillary walls by large pale deposits located on the internal side of the basement membrane, reducing the capillary lumen. In places wrinkling and collapse of the capillary walls were present suggesting ischaemia. Diffuse tubular atrophy was seen, while numerous thrombi were present in the arteriolar lumen. Despite repeated haemodialysis, treatment with prednisolone (2 mg kg-' day-'), cyclophosphamide (3 mg kg-' day-'), heparin, and antihypertensive drugs (hydralazine, pindolol, and diazoxide), anuria and haemolysis persisted. Blood pressure remained high with left cardiac failure, recurrent pulmonary oedema, cachexia, and extremely high plasma renin activity. Bilateral nephrectomy was performed on 25 October 1974. Blood pressure returned to normal levels and the patient is now on regular haemodialysis.
Discussion
The clinical and pathological findings are typical of thrombotic microangiopathy with ithe haemolytic uraemic syndrome,2 and there were the usual serum complement abnormalities.:1 Several cases of this svndrome thave been observed post partum, the onset varying from one day to several weeks. It may also occur while taking oral contraceptives.' Dacie5 cites several cases of haemolyticuraemic syndrome occurring during the final weeks of pregnancv, though so far as we know it has not been reported during the early months. In our patient no other factor than pregnancy can account for triggering M.H.A.; in particular, there were no previous or concurrent bacterial or viral infections, nor had the patient been taking drugs or oral contraceptives before pregnancy.
